electric shock-like sensation into the shoulder and sometimes the upper arm. Non-steroidal anti-inflammatory medications produced no relief. She denied neck pain or weakness of the extremity. Cortisone injection into the area of pain gave only minimal relief.
Letters to the Editor electric shock-like sensation into the shoulder and sometimes the upper arm. Non-steroidal anti-inflammatory medications produced no relief. She denied neck pain or weakness of the extremity. Cortisone injection into the area of pain gave only minimal relief.
She had had papulofollicular thyroid carcinoma 20 years previously which required a modified radical neck dissection. There had been no recurrence. A left parotid tumour had been excised 10 years previously when she also received 5 600 rads to the left parotid.
Cranial nerves were intact and there was an obvious large scar on the right retromandible area of the neck. There were no palpable nodes except for a small 1 cm tender nodule along the dorsolateral scapular border on the right. When compressed it reproduced severe pain. There were no motor signs. Sensory examination was normal, except for a small area on the top of the right shoulder. There was no loss of range of motion of the shoulder.
A neuroma was suspected. Local injection with 1% xylocaine and epinephrine at the point of tenderness over the nodule produced total relief of pain. Over the next year he deteriorated with increasing gait disorder, difficulty with stairs and reduced arm-swing, but no tremor. In July 1989 he was given Sinemet plus, three times daily, without improvement. He was admitted for further investigation and treatment. Examination confirmed the previous signs; there was symmetrical bradykinesia, diminished arm-swing, slight postural flexion and masked facies; tremor was absent, rigidity minimal.
Routine haematological, biochemical, intravenous edrophonium tests and CT head scan were normal. EMG showed no myasthenic reaction.
All drugs were withdrawn for 24 hours. An oral dose of 2 tablets of Madopar (levodopa 400 mg, benserazide 100 mg) given at 9.00 am produced no significant change in the Webster rating measured hourly for 3 hours ( The batch of apomorphine was assayed by the manufacturers and its potency and freedom from contaminants were confirmed.
The diagnosis of idiopathic PD is excluded by bilateral signs at presentation, lack of tremor and lack of response to levodopa drugs.3 The probable diagnosis is striatonigral degeneration, with no current evidence Acute dystonic reactions are most frequently seen in patients receiving neuroleptic medication or metoclopramide but have also been observed in association with phenytoin' and carbamazepine.' Although it is generally believed that the anti-dopaminergic properties of these drugs cause such reactions the precise mechanism is unclear although it has been suggested that they may be due to enhanced compensatory dopamine release on supersensitive post-synaptic receptors. However, most explanations cannot fully 
